A 38-year-old female presented with abdominal pain, radiating to her back. Her medical history included type 2 diabetes, which had been uncontrolled for 8 months. Her initial laboratory tests showed marked hyperglycemia, metabolic acidosis, and elevated serum amylase and lipase levels, although the results were inconclusive in terms of a direct diagnosis of acute pancreatitis (AP). Abdominal computed tomography showed only minimal fluid collection at the pancreas tail. As her serum triglyceride (TG) level was 9,884 mg/dL, we made a working diagnosis of AP due to hypertriglyceridemia, and she was treated with massive hydration with an insulin infusion. Subsequently, she recovered rapidly from the abdominal pain, her serum glucose was controlled, and her serum TG decreased. Hypertriglyceridemia is a well-accepted underlying cause of AP. When extremely high hypertriglyceridemia is detected in patients with type 2 diabetes or metabolic syndrome, complications should be considered and managed.
INTRODUCTION
Acute pancreatitis (AP) is a common condition with various etiologies, most commonly gall stones and alcohol [1] . Although less frequent, hypertriglyceridemia causes about 10% of all AP cases [2] , the hypertriglyceridemia is primary in less than 5% of the cases, due to genetic causes, and more often secondary to other causes, such as type 2 diabetes, obesity, pregnancy, excess carbohydrate intake, hypothyroidism, alcohol, hepatitis, sepsis, renal failure, and drugs such as estrogen, glucocorticoids, β-blockers, bile acid binding resins, thiazides, tamoxifen, cyclosporine protease inhibitors, and isotretinoin [3] . A serum triglycerides (TG) level exceeding 1,000 mg/dL increases the likelihood of AP [4] . Here, we report the case of a female with poorly controlled type 2 diabetes presenting with recurrent pancreatitis, with features of hypertriglyceridemia.
CASE REPORT
A 38-year-old female presented to the Emergency Department with chief complaint of epigastric pain, radiating to the back, for 3 days. She was a non-smoker and non-drinker. She did not take herbal medicines or folk remedies. Her defecation pattern was normal. She had no history of trauma or abdominal surgery. She had no recent history of taking other medications, such as oral contraceptives or anti-hypertensives. Her father had type 2 diabetes, but she had no family history of premature cardiovascular disease or dyslipidemia. As her father, she was also a diabetic. She was diagnosed with gestational diabetes mellitus, and treated with insulin injection eight years earlier. One year after her delivery, her serum glucose was checked; it was found to be as high as 400 mg/ dL, and she continued on oral hypoglycemic agents. But she had not been paying attention to her medication, had poorly controlled serum glucose, and did not visit the clinic regularly. She had been admitted to hospital for AP on five previous occasions.
In this visit, she was alert, and the initial vital signs were blood pressure 120/80 mm Hg, pulse 80 beats/min, respiratory rate 18/ min, and body temperature 36.5°C. She weighed 50. (Fig. 2) . She was started on a 1,500-calorie low fat diabetic diet on day 2, continued her insulin mixed fluid infusion, and was transferred to Endocrinology Department to control her type 2 diabetes and hypertriglyceridemia on day 3. There, she was started on insulin glargine 20 On day 12, she was discharged on insulin glargine 35 IU once at bedtime, insulin lispro 3 IU before each meal, metformin 500 mg bid, rosuvastatin 20 mg qd, and fenofibrate 160 mg qd. She remained asymptomatic with normal TG levels at the 1-month follow-up. The presumed cause of the hypertriglyceridemia was uncontrolled type 2 diabetes.
DISCUSSION
Hypertriglyceridemia is interrelated with serum glucose and insulin resistance. Type 2 diabetes alters lipid metabolism, which produces an increase in lipoprotein production, while reducing the rate of lipoprotein clearance [5] . Visceral adiposity with insulin resistance is resistant to the anti-lipolytic action of insulin, leading to a hyperlipolytic state [6, 7] . This results in increased intracellular hydrolysis of TGs and the release of free fatty acids into the circulation from adipose tissue. The serum TG rises and pancreatic lipase hydrolyzes the excess TGs producing large amounts of free fatty acids and free radicals, which injure acinar cells and cause pancreatic capillary ischemia [7] . The serum amylase levels might be spuriously low or they might be normal in 50% of hypertriglyceridemic pancreatitis patients at the time of admission or during their hospital course [8] , as this case shows. This is because the hypertriglyceridemia interferes with the calorimetric reading of the assay [9] . Clinicians should rely on parameters other than the serum amylase and lipase levels to diagnose pancreatitis. Although the serum amylase and lipase and abdominal CT were not diagnostic, the lipidemic serum and high 
